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b.    Modulate the course of experimental malaria (Hsu and Geiman, 1952)
and trypanosomiasis (Marmorston-Gottesman and Perla, 1930)

c.    Enhance phagocytic activity, e g., clearance of intravenously injected
carbon (Elko and Cantrell, 1968).

d.    Increase the rejection rate of transplantable tumors (Sacks et al.,
1960)

e.   Cause fulminant hemolytic anemia in recipient rats given H muris-
contammated transplantable tumors (Sacks and Egdahl, 1960, Sacks et al.,
1960)

Subclmical H. muns infections are activated by the ablation of splenic
phagocytes by methods including splenectomy (McCluskie and Niven, 1955;
Scheff et al, 1956), injection of anti-rat spleen serum (Pomerat et al, 1947,
Thomas et al, 1949), intravenous injection of ethyl palmitate (Stuart, 1960,
Finch and Jonas, 1973), injection of Polonium-210 (Scott and Stannard,
1954), and whole body x-irradiation (Rekers, 1951; Scott and Stannard,
1954, Berger and Lmkenheimer, 1962) Also, latent infections can be
activated by experimental infections of Plasmodium sp (Hsu and Geiman,
1952)

Eperythrozoon coccoides

Significance

Eperythrozoon coccoides has little significance for most experimental
uses of mice. This agent is highly significant for studies involving mouse-
to-mouse passage of materials such as transplantable tumors or inocula for
experimental blood parasite infections

Perspective

This is an agent that is subject to occasional rediscovery by investigators
who passage biologic materials in mice without monitoring for contaminating
pathogens. A classic example is the work of Stansly and co-workers (Stansly
et al, 1962; Ansan et al, 1963), who were attempting to demonstrate an
oncogenic virus by passaging in mice splenic filtrates from leukemic mice.
They described a filterable agent and named it the spleen weight increase
factor or SWTF, only to learn later that they had rediscovered Eperythrozoon
coccoides (Stansly and Neilson, 1965).

Demonstration that E coccoides infection enhances the disease caused
by mouse hepatitis virus infection in mice and separation of these two
indigenous agents by Gledhill and associates (Gledhill and Andrewes, 1951;
Niven et al, 1952; Gledhill and Dick, 1955, Gledhill et al, 1955; Gledhill,
1961) are important historical landmarks in the field of laboratory animal
disease.